system has become increasingly frequent in mumps during the last forty years, and Malamud (1937) noted an increasing number of reports of measles encephalomyelitis. There does not appear to be general agreement about the cause of these conditions and their classification is therefore difficult.
Several theories of causation are discussed at present and have been mentioned by Underwood (1935) and by Ford (1944) .
(i) Since the histological nature of the lesions seems to be essentially the same whether the condition has followed measles, vaccinia or some other illness, it has been suggested that the process is due to some neurotropic virus which becomes activated by the primary infection, or, alternatively, which invades the central nervous system when the patient's resistance is lowered by illness. (ii) Some authorities believe that the virus of the original disease actually invades the central nervous system (Malamud, 1937)-(iii) Another possibility is that of demyelinating toxins produced by the virus of the original infection, and Ford (1944) considers it possible that a number of filtrable viruses may produce a series of toxins which have a similar effect on myelin. (iv) A suggestion, based on a study of paralysis following antirabies inoculation, has been put forward that the destruction of myelin, and the consequent nervous symptoms, is due to allergic reactions or the formation of antibodies.
(v) The condition may be fortuitous.
On the whole, it may seem from the recent behaviour of those infectious diseases which affect the central nervous system that the encephalomyelitis following an infectious disease such as, for example, varicella is due to the development of neurotropism by the virus of varicella itself.
It has been noted by Underwood (1935) , and recent evidence tends to corroborate that an epidemic peak occurs after epidemics of influenza and poliomyelitis.
In this county the incidence of notified poliomyelitis is shown in the appended 
